[Protection of HSF1/HSP70 pathway on UVA-induced HaCaT cells apoptosis via inhibiting the activation of c-Jun N-terminal kinase].
To investigate the protective effect of heat shock factor1 (HSF1) and heat shock protein70 (HSP70) on ultraviolet A (UVA)-induced HaCaT cells apoptosis and its mechanism. The apoptotic HaCaT cell model was induced by UVA irradiation (8mJ/cm2). The cells were randomly divided into three groups, including a control group, a model group (8mJ/cm2 UVA) and a HSP70 transcription inhibitor group (50 micromol/L quercetin). The morphologic alteration of apoptotic cells was investigated by using Hoechst 33258 fluorescent staining. Western blotting was used to investigate protein expression levels of phosphorylated HSF1 and HSP70 at different time points, as well as c-Jun N-terminal kinase (JNK) and phosphorylated JNK were investigated after incubating for 6 hours following UVA irradiation. HSP70 mRNA was detected by Real-Time PCR. Protein expression levels of both phosphorylated HSF1 and HSP70 were time-dependent, appearing an increase at first and then decreased. The increase of p-HSF1 begining at 1h, up to the peak at 3h; and the increase of HSP70 to the peak at 6h and then recovered to the original level at 24h. The pretreatment of HSP70 transcription inhibitor quercetin could significantly inhibit the expression of HSP70 mRNA., and increase the expression of phosphorylated JNK, while increase the apoptosis rate in comparison with UVA model group observed by using Hoechst 33258 fluorescent staining. 8mJ/cm2 UVA irradiation could stimulate the activation of HSF1 and increase HSP70 protein expression. HSF1/HSP70 pathway has a protective effect on UVA-induced HaCaT cells apoptosis and its mechanism is that a large number of HSP70 expression inhibited the activation of JNK.